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IMPORTANCE Glomerular diseases are a leading cause of chronic kidney disease (CKD) and
kidney failure. Finerenone, a nonsteroidal mineralocorticoid receptor antagonist, reduces the
risk of kidney function loss in CKD, but its effects in individuals with CKD due to glomerular
diseases are uncertain.

OBJECTIVES To evaluate the efficacy and safety of finerenone in patients with glomerular
diseases.

DESIGN, SETTING, AND PARTICIPANTS Prespecified exploratory subgroup analysis of a phase 3,
randomized, double-blind, placebo-controlled trial conducted across 24 countries and
regions, focusing on participants with an investigator-reported glomerular disease diagnosis.
The overall trial enrolled adults with nondiabetic CKD and an estimated glomerular filtration
rate (eGFR) of either (1) at least 25 to less than 60 mL/min/1.73 m2 and urinary albumin to
creatinine ratio of at least 200 mg/g to less than 500 mg/g or (2) an eGFR of at least 25 to less
than 90 mL/min/1.73 m2 and urinary albumin to creatinine ratio of at least 500 mg/g to less
than 3500 mg/g.

INTERVENTION Finerenone 10 mg or 20 mg taken orally once daily (n = 446) vs matching
placebo (n = 457).

MAIN OUTCOMES AND MEASURES Annualized rate of eGFR decline (total eGFR slope) from
baseline to month 32 (primary outcome of the main trial); percent change in albuminuria to 12
months; and a composite outcome of kidney failure or sustained 40% or more decline in
eGFR (prespecified exploratory outcomes).

RESULTS Of 1584 participants, 903 (57.0%) had investigator-reported glomerular disease,
including 416 (46.1%) with immunoglobulin A nephropathy, 215 (23.8%) with focal segmental
glomerulosclerosis, and 90 (10.0%) with membranous nephropathy. Participants with
glomerular disease (mean [SD] age, 51.1 [13.6] years; 362 female [40.1%]; 558 Asian [61.9%])
had a mean eGFR of 48.8 mL/min/1.73 m2 and median urinary albumin to creatinine ratio of
839.6 mg/g. The total eGFR slope up to 32 months was −3.50 mL/min/1.73 m2 per year with
finerenone and −4.23 mL/min/1.73 m2 per year with placebo (0.73 mL/min/1.73 m2 per year
difference; 95% CI, 0.22-1.24). Finerenone reduced albuminuria at month 12 by 42% (95% CI,
35%-48%) and lowered the risk of kidney failure or 40% or more eGFR decline (7.42 vs 9.60
events per 100 patient-years; hazard ratio, 0.74; 95% CI, 0.57-0.97).

CONCLUSIONS AND RELEVANCE In this exploratory analysis, treatment with finerenone slowed
kidney function decline, reduced albuminuria, and lowered the risk of kidney failure or
substantial loss of kidney function in patients with glomerular diseases. These findings
suggest an important role for finerenone in preserving kidney function in this population.
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G lomerular diseases are among the leading causes of
chronic kidney disease (CKD) and kidney failure
worldwide.1 They comprise a heterogeneous group

of disorders, many of which have an immunologic basis,
yet share maladaptive processes that drive disease progres-
sion, irrespective of underlying etiology.2 Accordingly, thera-
pies that target these shared mechanisms, including renin–
angiotensin system (RAS) inhibition and sodium-glucose
cotransporter 2 (SGLT2) inhibitors, are recommended by cur-
rent guidelines and form the foundation of care for patients
with glomerular diseases, alongside disease-specific treat-
ments where indicated.3,4

Overactivation of the mineralocorticoid receptor repre-
sents another common pathway of disease progression across
nearly all causes of kidney disease, including glomerular
diseases.5,6 Mineralocorticoid receptor overactivation pro-
motes sodium retention and activates proinflammatory and
profibrotic pathways, leading to structural damage and irre-
versible decline in kidney function.7 Finerenone, a nonsteroi-
dal mineralocorticoid receptor antagonist, reduces the risk of
kidney function loss in patients with CKD associated with
type 2 diabetes and is indicated for use in this population.8,9

The efficacy and safety of finerenone in patients with CKD
without diabetes was demonstrated in the FIND-CKD trial,10

which enrolled 1584 individuals with a broad spectrum of non-
diabetic causes of CKD. Approximately 60% of these individu-
als had an underlying glomerular disease. However, detailed
data on the efficacy and safety of finerenone specifically in pa-
tients with glomerular diseases are lacking.

To address this gap, we conducted a prespecified analy-
sis of the FIND-CKD trial to evaluate the efficacy and safety
of finerenone in participants with glomerular diseases, includ-
ing analyses by glomerular disease subtype.

Methods
Study Design and Patients
This was a prespecified, exploratory analysis of FIND-CKD,
a phase 3, global, multicenter, randomized, double-blind,
placebo-controlled trial involving adults with nondiabetic CKD
across 24 countries and regions. The prespecified data analy-
sis plan was designed by the academic steering committee and
Bayer, the study sponsor. Details of the trial design have been
published10,11; the trial protocol is available in Supplement 1.
The trial was approved by regulatory authorities as well as eth-
ics committees at each center. Written informed consent was
obtained from all participants. An independent data monitor-
ing committee performed safety monitoring throughout the
trial. The trial was designed, conducted, and reported in ac-
cordance with the Consolidated Standards of Reporting Trials
(CONSORT) guidelines, and this prespecified exploratory
subgroup analysis is also reported in alignment with these
standards.

Eligible trial participants were at least 18 years of age with
a clinical diagnosis of CKD—defined as either (1) an estimated
glomerular filtration rate (eGFR) of at least 25 to less than
60 mL/min/1.73 m2 and urinary albumin to creatinine ratio of

at least 200 mg/g to less than 500 mg/g or (2) eGFR of at least
25 to less than 90 mL/min/1.73 m2 and urinary albumin to cre-
atinine ratio of at least 500 mg/g to 3500 mg/g—who were tak-
ing a stable and maximum tolerated dose of an angiotensin-
converting enzyme inhibitor or angiotensin receptor blocker
for 4 or more weeks before enrollment into the trial and had
a serum potassium level of 4.8 mmol/L or less at screening
(Figure 1).

Individuals with underlying glomerular diseases were
eligible to participate, provided they had not received sys-
temic immunosuppressive therapy for kidney disease
within 6 months prior to screening and did not have lupus
nephritis or antineutrophilic cytoplasmic autoantibody–
associated vasculitis. These conditions were excluded
because kidney disease progression in these settings is pri-
marily driven by active immunologic injury and character-
ized by a relapsing and remitting course, which is less likely
to be modified by finerenone. Other exclusion criteria
included diagnosis of type 1 or 2 diabetes, glycated hemo-
globin levels of 6.5% or higher, polycystic kidney dis-
ease, and a clinical diagnosis of symptomatic heart failure
with reduced ejection fraction (full eligibility criteria are
shown in eTable 1 in Supplement 2). Sex and race were self-
reported by the participants based on fixed categories
(Table 1).

Categorization of Kidney Disease Etiology
Etiology of CKD was a prespecified subgroup that was catego-
rized based on investigator-reported diagnoses, which there-
fore constituted the primary analytic approach. CKD etiology
was assigned based on prior clinical and laboratory informa-
tion, including kidney biopsy when performed as part of rou-
tine care.

The present analysis focuses on participants with glomer-
ular diseases including prespecified glomerular disease sub-
types. These included immunoglobulin A (IgA) nephropathy,
focal segmental glomerulosclerosis, membranous nephropa-
thy, membranoproliferative glomerulonephritis, and other
glomerular diseases.

Approximately one-fifth of participants with investigator-
reported glomerular diseases did not have a kidney biopsy per-
formed or available, reflecting variations in biopsy practice

Key Points
Question What is the effect of finerenone in patients with chronic
kidney disease due to glomerular diseases?

Findings In this prespecified exploratory analysis of a randomized
clinical trial that enrolled 903 participants with glomerular
diseases, finerenone, compared with placebo, slowed kidney
function decline (difference in eGFR slope decline,
073 mL/min/1.73 m2 per year), reduced albuminuria, and
lowered the risk of kidney failure or sustained loss of kidney
function, with consistent effects across glomerular disease
subtypes.

Meaning Finerenone may have an important role in preserving
kidney function in patients with glomerular diseases.
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across countries and regions. Consequently, we also con-
ducted additional analyses restricted to biopsy-confirmed
cases.

Randomization and Study Procedures
Patients were randomized 1:1 to receive once-daily oral finere-
none (10 mg or 20 mg) or matching placebo, in a blinded fash-
ion, on top of their stable and maximum tolerated dose of a
RAS inhibitor. Randomization was stratified by screening uri-
nary albumin to creatinine ratio (≤1000 mg/g vs >1000 mg/g)
and baseline SGLT2 inhibitor use (yes/no), but not CKD etiol-
ogy, and was implemented using a block design with a fixed
block size of 6. Starting dose of finerenone was based on the
eGFR level at the screening visit: 10 mg for eGFR less than
60 mL/min/1.73 m2 and 20 mg for 60 or more mL/min/1.73 m2.
Finerenone up- or down-titration was based on potassium and
eGFR levels. Details on dose titration are shown in the
eMethods section of Supplement 2.

After randomization, study visits were scheduled at base-
line, months 1 and 3 and then every 3 months during the first
year, followed by a 4-month visit schedule until the end of the
study. The minimum treatment duration for each patient was
32 months. During the study, participants were allowed to
modify background treatment for CKD, including initiating dis-
ease-specific therapies for glomerular diseases, based on in-
vestigator judgement.

Outcomes
The primary outcome was total eGFR slope, defined as mean
annual rate of change in eGFR from baseline to month 32. Other
eGFR-based outcomes included acute eGFR slope (change from
baseline to month 3), chronic eGFR slope (mean annual rate
of change from month 3 to end of treatment). As prespeci-
fied, eGFR was calculated based on the 2009 Chronic Kidney
Disease Epidemiology Collaboration equation.

In addition to eGFR slope, we assessed effects on the pre-
specified exploratory outcomes of change in urinary protein
to creatinine ratio and urinary protein to creatinine ratio from
baseline to 12 months in participants with glomerular dis-
eases and by glomerular disease subtype.

Given that the overall trial was not powered for time-to-
event outcomes, we primarily focused on the prespecified ex-
ploratory composite outcome of kidney failure or sustained de-
cline in eGFR of 40% or more, the clinical end point for which
there was the greatest number of events, to optimize the de-
tection of a treatment effect in participants with glomerular
diseases. Kidney failure was defined as chronic dialysis for 30
days or more, kidney transplant, or sustained eGFR of less than
15 mL/min/1.73 m2. Additionally, we reported results for all
other prespecified secondary or exploratory time-to-event out-
comes in participants with glomerular diseases, including a
kidney-cardiovascular composite of a sustained decline in
eGFR of 57% or more, kidney failure, hospitalization for heart
failure, or death due to cardiovascular disease; kidney failure
or sustained eGFR decline of 57% or more; and hospitaliza-
tion for heart failure or cardiovascular death.

Safety outcomes were adverse and serious adverse
events that emerged or worsened after the first dose of treat-

ment and up to 3 days after any temporary or permanent
interruption. Prespecified safety analyses included the inci-
dences of treatment-emergent adverse events and serious
treatment-emergent adverse events; the adverse event of
special interest was hyperkalemia. Serious hyperkalemia and
hyperkalemia leading to permanent discontinuation of study
treatment were also evaluated. For prespecified adverse
event–based analyses, incidences and incidence proportions
were reported.

Statistical Analysis
The trial was powered to detect a between-group difference
of 0.7 mL/min/1.73 m2 per year in eGFR. This effect size was
informed by the magnitude of the treatment effect observed
with finerenone in the prior Finerenone in Reducing Kidney
Failure and Disease Progression in Diabetic Kidney Disease
(FIDELIO-DKD) trial8 involving patients with type 2 diabetes

Figure 1. Flow Diagram of Participants Through the FIND-CKD Trial

3231 Adults with nondiabetic chronic kidney disease including
glomerular diseases were assessed for eligibility

1476 Screen failures
73 Refused to participate
61 Met eligibility criteria

but were not needed
6 Sponsor request
4 Physician decision
4 Logistic problem
2 COVID-19 pandemic

21 Other

1584 Randomized

793 Randomized to receive finerenone
446 Had glomerular disease

and received treatment
as randomized

347 Did not have glomerular
disease (not included in
this analysis)

791 Randomized to placebo
457 Had glomerular disease

and received treatment
as randomized

334 Did not have glomerular
disease (not included in
this analysis)

449 Completed the studya

1 Did not complete the studyb

1 Withdrew consent

446 Completed the studya

352 Completed treatment
105 Did not complete treatment

40 Participant decision
28 Physician decision
18 Adverse event
7 Site termination by sponsor
5 Outcome event
3 Died
1 Logistical problem
1 Not adherent to study drug
1 Pregnancy
1 Other

365 Completed treatment
81 Did not complete treatment

33 Participant decision
25 Physician decision
12 Adverse event
5 Died
4 Outcome event
1 Not adherent to study drug
1 Protocol deviation

aParticipants were considered to have completed the study if there was contact
with the participant after the end-of-study notification or if they died.
bSeven participants in the placebo group were excluded even though they had
completed the month 32 visit because they were administratively discontinued
from the study and all electronic systems closed in the first quarter of 2025 to
comply with the policy set forth by the funder; thus, no further follow-up was
possible.
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and CKD. Analyses from the CKD Epidemiology Clinical Trials
Consortium have demonstrated that reductions in eGFR slope
of this magnitude are strongly associated with clinically mean-
ingful reductions in clinical kidney end points.12 Full details
of the power calculation and underlying assumptions are pro-
vided in the published study protocol.

Efficacy analyses were conducted in the full analysis set,
comprising all randomized patients with CKD due to a glomer-
ular disease in their medical history.

eGFR slope was analyzed based on a random-coefficient
2-slope linear-spline mixed-effects model, in which a fixed
prespecified knot at month 3 distinguished between the

acute and chronic eGFR slopes. In addition to treatment-
specific fixed effects (finerenone vs placebo) for the inter-
cept, time from randomization, and time difference relative
to the change point, the model included fixed effects for the
following stratification factors: baseline SGLT2 inhibitor use
(yes/no) and screening urinary albumin to creatinine ratio
(≤1000 mg/g vs >1000 mg/g). The model also included inter-
actions between these fixed effects and the time compo-
nents. Random effects for the intercept, acute slope (baseline
to month 3), and directional change in slope at the change
point (month 3) were included to account for variation in
patients’ progression rates over time. The unstructured

Table. Demographic and Clinical Characteristics of Participants With Glomerular Disease at Baseline

Characteristic Finerenone (n = 446) Placebo (n = 457)
Age, mean (SD), y 50.5 (13.7) 51.7 (13.6)

Sex, No. (%)

Female 190 (42.6) 172 (37.6)

Male 256 (57.4) 285 (62.4)

Race, No. (%)a

Asian 289 (64.8) 269/455 (59.1)

Black 7 (1.6) 6/455 (1.3)

White 140 (31.4) 174/455 (38.2)

Otherb 10 (2.2) 6/455 (1.3)

Medical history, No. (%)

Hypertension 369 (82.7) 386 (84.5)

Atherosclerotic disease 28 (6.3) 35 (7.7)

Heart failure 4 (0.9) 6 (1.3)

Medication use, No. (%)

SGLT2 inhibitors 93 (20.9) 97 (21.2)

Diuretics 60 (13.5) 63 (13.8)

CKD etiology, No. (%)

IgA nephropathy 226 (50.7) 190 (41.6)

Focal segmental glomerulosclerosis 98 (22.0) 117 (25.6)

Other chronic glomerular diseasec 67 (15.0) 89 (19.5)

Membranous nephropathy 47 (10.5) 43 (9.4)

Membranoproliferative glomerulonephritis 8 (1.8) 18 (3.9)

CKD etiology confirmed by biopsy 363 (81.4) 349 (76.4)

Clinical measurements, mean (SD)

BMI 27.1 (5.4) 26.8 (5.6)

Systolic blood pressure, mm Hg 127.6 (14.0) 126.6 (13.7)

Biochemical measurements

Urinary albumin to creatinine ratio

Median (IQR), mg/g 872.4 (585.7-1275.0) 812.8 (591.2-1238.6)

Urinary albumin to creatinine category, No. (%)

<300 18 (4.0) 7 (1.5)

300-1000 249 (55.8) 284 (62.1)

>1000 179 (40.1) 166 (36.3)

eGFR, mL/min/1.73 m2

Mean (SD) 49.0 (17.0) 48.6 (16.4)

Category, No. (%)

<45 211 (47.3) 220 (48.1)

45-<60 120 (26.9) 131 (28.7)

≥60 115 (25.8) 106 (23.2)

Urinary protein to creatinine ratio, median (IQR), mg/g 1280.8 (850.6-1912.4) 1192.3 (855.9-1832.4)

Abbreviations: BMI, body mass index,
calculated as weight in kilograms
divided by height in meters squared;
CKD, chronic kidney disease; eGFR,
estimated glomerular filtration rate;
IgA, immunoglobulin A; SGLT2,
sodium-glucose cotransporter 2.
a Participant race was self-reported.
b Included American Indian or

Alaska Native, Native Hawaiian or
Other Pacific Islander, or multiple.
The multiple-race category included
participants who reported
belonging to more than 1 racial
group.

c Included any nonprespecified
terms.
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covariance matrix of the random effects was allowed to vary
freely between treatments. Intercurrent events, specifically
dialysis, kidney transplant, and death, were handled via a
composite strategy in a multiple imputation approach, by
drawing multiple times with replacement from a pool of
unfavorable eGFR values, consisting of all eGFR values less
than 15 mL/min/1.73 m2 collected as last values before onset
of dialysis or kidney transplant in the study. Further details
are described in the eMethods section of Supplement 2. Per-
manent treatment discontinuation or extended interruption
of treatment and initiation of disease-specific therapies for
glomerular diseases were handled with a treatment policy
strategy, and eGFR values after these intercurrent events
were included in the analysis.

The prespecified exploratory outcomes of urinary albu-
min to creatinine ratio and urinary protein to creatinine ratio
change over time were investigated based on the logarithms
of the ratios of urinary albumin to creatinine ratio and uri-
nary protein to creatinine ratio to baseline at month 12 using
a mixed model with repeated measures; covariates are de-
scribed in the eMethods section of Supplement 2.

Time-to-event outcomes were analyzed using stratified
Cox proportional hazards models and stratified log-rank
tests fitted using the stratification factors from randomiza-
tion. Cumulative incidence plots based on Aalen-Johansen
estimates accounting for competing risks (noncardiovascu-
lar death or all-cause death, as appropriate) were created by
treatment group.

Efficacy outcomes were analyzed according to glomeru-
lar disease subtype and SGLT2 inhibitor use, with P values for
interaction based on likelihood ratio tests comparing models
with and without the relevant interaction terms.

Safety analyses were performed in the safety analysis set,
defined as all randomized patients who took at least 1 dose of
study drug and with a diagnosis of glomerular disease in their
medical history.

Given that the exploratory nature of these analyses, P val-
ues are descriptive rather than formal tests of prespecified hy-
potheses and no adjustment was made for multiplicity. All
P values were 2-sided, with a nominal significance threshold
of .05. Analyses were performed using R software, version 4.4
(R Foundation for Statistical Computing).

Results
Of 1584 randomized participants, 903 (57.0%) had a glomeru-
lar disease, of whom 712 (78.8%) had undergone a kidney
biopsy prior to enrollment (eFigure 1 in Supplement 2). Of the
903 participants with investigator-reported glomerular dis-
eases, 416 (46.1%) had IgA nephrology, 215 (23.8%) had focal
segmental glomerulosclerosis, 90 (10.0%) had membranous
nephropathy, 26 (2.9%) had membranoproliferative glomeru-
lonephritis, and 156 (17.3%) had another glomerular disease.
The mean (SD) age of participants with glomerular diseases
was 51.1 (13.7) years, 362 (40.1%) were female, and 558
(61.9%) were Asian. The mean eGFR was 48.8 mL/min/1.73
m2, and median urinary albumin to creatinine ratio was

839.6 mg/g. Participants with glomerular diseases were more
likely to be younger, female, and have a higher eGFR than the
overall FIND-CKD population (eTable 2 in Supplement 2).
Characteristics of participants with glomerular diseases were
well balanced across treatment arms (Table). Overall, 895
(99.1%) of participants with glomerular diseases completed
the trial (Figure 1), similar to the overall trial population
(eFigure 1 in Supplement 2).

Among participants with glomerular diseases, mean total
eGFR slope from baseline to month 32 was –3.50 mL/min/1.73
m2 per year in the finerenone group and –4.23 mL/min/1.73 m2

per year in the placebo group (Figure 2), resulting in a between-
group absolute difference of 0.73 mL/min/1.73 m2 per year (95%
CI, 0.22 to 1.24). This effect was similar in analyses restricted
to participants with biopsy-confirmed glomerular diseases
(0.89 mL/min/1.73 m2 per year, 95% CI, 0.31 to 1.47; eFigure 2
in Supplement 2).

The effect of finerenone on total eGFR slope was consis-
tent regardless of glomerular disease subtypes and baseline use
of SGLT2 inhibitors (P for interaction = .52 and .81, respec-
tively; Figure 3A and eFigure 3 in Supplement 2). The effect
on total eGFR slope was 1.34 mL/min/1.73 m2 per year (95% CI,
0.29 to 2.39) in participants with focal segmental glomerulo-
sclerosis and was 0.61 mL/min/1.73 m2 per year (95% CI, –0.14
to 1.36) in participants with IgA nephrology. Estimates were
less precise for patients with membranous nephropathy
(1.37 mL/min/1.73 m2 per year, 95% CI, –0.24 to 2.99), mem-
branoproliferative glomerulonephritis (0.29 mL/min/1.73 m2

per year, 95% CI, –2.89 to 3.47), and other glomerular dis-
eases (0.06 mL/min/1.73 m2 per year, 95% CI, –1.17 to 1.29).
Effects were similarly consistent across glomerular disease sub-
types in analyses limited to biopsy-proven cases (P for inter-
action = .87; eFigure 2 in Supplement 2). There was also no evi-
dence that the effect differed in participants with a baseline
urinary albumin to creatinine ratio that was 1000 mg/g or lower
or 1000 mg/g or higher (P for interaction = .18; eTable 3 in
Supplement 2).

From randomization to month 3 (acute eGFR slope), fi-
nerenone led to a modest reduction in eGFR compared with
placebo (–1.01 mL/min/1.73 m2; 95% CI, –1.80 to –0.22), an ef-
fect that was consistent across glomerular disease subtypes
(P for interaction = .76; eFigure 4 in Supplement 2). Thereaf-
ter, finerenone attenuated chronic eGFR slope by 1.22 mL/
min/1.73 m2 per year (95% CI, 0.72 to 1.73), with no effect modi-
fication by glomerular disease subtype or SGLT2 inhibitor use
at baseline (P for interaction = .63 and .76, respectively;
Figure 3B and eFigure 3 in Supplement 2). Improvements in
chronic eGFR slope were observed in focal segmental glomeru-
losclerosis (1.87 mL/min/1.73 m2 per year; 95% CI, 0.83 to 2.91)
and in IgA nephrology (1.17 mL/min/1.73 m2 per year; 95% CI,
0.43 to 1.91), with similar but more variable estimates for mem-
branous nephropathy (1.32 mL/min/1.73 m2 per year; 95% CI,
–0.27 to 2.91), membranoproliferative glomerulonephritis (0.30
mL/min/1.73 m2 per year; 95% CI, –2.86 to 3.46), and other glo-
merular diseases (0.70 mL/min/1.73 m2 per year; 95% CI, –0.53
to 1.92). The magnitude of benefit on chronic eGFR slope was
similar in analyses limited to biopsy-confirmed cases and con-
sistent across glomerular disease subtypes (1.33 mL/min/1.73 m2
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per year; 95% CI, 0.77 to 1.90; P for interaction = .79; eFig-
ure 2 in Supplement 2).

Finerenone reduced the urinary albumin to creatinine ra-
tio from baseline to 12 months by 42% (95% CI, 35% to 48%)
among participants with glomerular diseases(Figure 3C).
This effect was consistent across glomerular disease sub-
types, and by baseline SGLT2 inhibitor use (P for interac-
tion = .16 and .34, respectively; eFigure 3 in Supplement 2). A
similar pattern was observed for the effect of finerenone on
the urinary protein to creatinine ratio at 12 months (reduc-
tion of 52%, 95% CI, 43% to 59%), with consistent effects across
subtypes of glomerular diseases (P for interaction = .30; eFig-
ure 5 in Supplement 2).

Finerenone compared with placebo reduced the risk of kid-
ney failure or 40% or more decline in eGFR in participants with
glomerular diseases by 26% (7.42 vs 9.60 events per 100
patient-years; hazard ratio [HR], 0.74; 95% CI, 0.57 to 0.97;
Figure 4). This effect was virtually identical in the analysis re-
stricted to biopsy-confirmed cases (7.52 vs 10.31 events per 100
patient-years; HR, 0.74; 95% CI, 0.55 to 0.99; eFigure 6 in
Supplement 2). Although not powered for clinical outcomes,
the effects of finerenone on composites of kidney failure, 57%
or more decline in eGFR, heart failure hospitalization, or car-
diovascular death (4.93 vs 5.87 events per 100 patient-years;
HR, 0.81; 95% CI, 0.58 to 1.13), kidney failure or 57% or more
decline in eGFR (4.76 vs 5.62 per 100 patient-years; HR, 0.82;
95% CI, 0.58 to 1.15), and heart failure hospitalization or car-
diovascular death (0.21 vs 0.62 events per 100 patient-years;
HR, 0.32; 95% CI, 0.09 to 1.17) were all directionally consis-
tent in favor of finerenone (Figure 4). Although the number
of outcome events was low for specific glomerular diseases,
the effect of finerenone on kidney failure or 40% or more de-
cline in eGFR was broadly similar across glomerular disease

subtypes and by baseline SGLT2 inhibitor use (P for interac-
tion = .93 and .86; Figure 5; eFigure 7 in Supplement 2).

Finerenone was well tolerated in participants with glo-
merular diseases, with a safety profile consistent with the over-
all trial population (eTable 4 in Supplement 2). Among 687 par-
ticipants who initiated 10 mg of finerenone or matching
placebo, 620 (90.2%) were up-titrated to 20 mg and this was
similar across treatment arms (87.8% and 92.6% in the finere-
none and placebo groups, respectively). Among 216 partici-
pants who initiated the 20-mg starting dose, 143 (66.2%) never
down-titrated their dose (59.6% and 72.9% in the finerenone
and placebo groups, respectively). There was no increased in-
cidence of serious adverse events (19.5% vs 21.4% with finere-
none and placebo, respectively), no imbalance in serious
investigator-reported hyperkalemia events (0.9% in both treat-
ment arms), and adverse events leading to permanent discon-
tinuation of study drug were uncommon (2.7% vs 3.9% with
finerenone and placebo, respectively).

Discussion
In this prespecified analysis of participants with glomerular
diseases in the FIND-CKD trial, allocation to finerenone re-
sulted in clinically meaningful improvements in multiple
kidney outcomes. Finerenone attenuated the annual rate of
kidney function decline up to month 32 by 0.73 mL/min/1.73 m2

per year, lowered albuminuria by approximately 40% over 12
months, and reduced the risk of kidney failure or 40% or more
decline in eGFR by 26%. Notably, these benefits were consis-
tent irrespective of glomerular disease subtype and SGLT2 in-
hibitor use, with a similar magnitude of benefit observed for
all outcomes in analyses restricted to biopsy-proven cases of

Figure 2. Line Graph of Change in eGFR Over Time Allocation in Participants With Glomerular Diseases
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The mean change from baseline in
the estimated glomerular filtration
rate (eGFR) over time was plotted
based on a mixed model for repeated
measures. The model included fixed
effects for treatment group, visit,
treatment-by-visit interaction, and
the randomization stratification
factors (baseline sodium-glucose
cotransporter 2 [SGLT2] inhibitor use
and urinary albumin to creatinine
ratio category at screening) and their
interactions with visit. After death,
dialysis, or kidney transplant, missing
eGFR values were multiply imputed
using a worst-case pool. The eGFR
slope was analyzed based on a
random-coefficient 2-slope
linear-spline mixed-effects model, in
which a fixed prespecified knot at
month 3 distinguished between the
acute and chronic eGFR slopes.

The data points indicate least-squares
mean change from baseline in eGFR;
the whiskers, 95% CIs.
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glomerular diseases. Finerenone was well tolerated, with no
increased risk of serious adverse events or serious hyperkale-

mia events in patients receiving optimized RAS inhibitor treat-
ment, with serum potassium levels of 4.8 mmol/L or less and

Figure 3. Dot-and-Whisker Plot of the Subgroup Analysis According to Glomerular Disease Etiology
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A and B, The mean rates of change in estimated glomerular filtration rate (eGFR)
from baseline to month 32 (total slope) and from month 3 to the end of
treatment (chronic slope) were calculated using a 2-slope linear spline
mixed-effect model. The model included fixed effects for treatment-specific
intercept, time from randomization, and time difference relative to the change
point (month 3); baseline sodium-glucose cotransporter 2 (SGLT2) inhibitor use;
screening urinary albumin to creatinine ratio category; and interactions of
SGLT2 inhibitor use and urinary albumin to creatinine ratio with the time
components. Random effects are included for the intercept, acute slope, and
directional change in slope at the change point. Intercurrent events dialysis,
kidney transplant, and death were handled via a composite strategy in a
multiple imputation approach, by drawing multiple times with replacement
from a pool of unfavorable eGFR values, consisting of all eGFR values less than
15 mL/min/1.73 m2 collected as the last values before onset of dialysis or
kidney transplant in the study. The squares represent the estimate of the total
slope difference at 32 months; the lower and upper ends of the whiskers

indicate the limits of the 95% CIs. A treatment effect on total eGFR slope of
0.75 mL/min/1.73 m2 per year is strongly associated with benefit on clinical
kidney outcomes.18

C, The urinary albumin to creatinine ratio was analyzed using a mixed model for
repeated measures with fixed effects for the following factors: treatment group,
visit, treatment by visit interaction, baseline SGLT2 inhibitor use, and the
interaction between SGLT2 inhibitor use and visit, with the log-transformed
baseline urinary albumin to creatinine ratio value as a covariate and an
interaction term between the log-transformed baseline value and visit. The
square represents the estimate of the urinary albumin to creatinine ratio
percentage change to placebo from baseline to month 12; the lower and upper
ends of the whiskers indicate the limits of the 95% CIs. Reductions in
albuminuria of more than 30% are considered clinically meaningful and predict
benefit on clinical kidney outcomes.19
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not receiving immunosuppression at baseline. Taken to-
gether, these findings suggest that finerenone may have an im-
portant role in slowing loss of kidney function for patients with
CKD due to glomerular diseases.

These findings are clinically important because glomeru-
lar diseases are a leading cause of kidney failure,13 and many
glomerular disease subtypes have few specific treatments
available.14 Indeed, glomerular disorders are likely underdi-
agnosed in many countries due to a historically conservative
approach to kidney biopsy resulting from concerns about the
risk of complications and a lack of specific treatments.15 Many
glomerular diseases frequently affect younger adults and have
a progressive lifelong course, leading to kidney failure in a large

proportion of individuals,16 with substantial personal, soci-
etal, and economic impacts.17

The 2021 Kidney Disease Improving Global Outcomes
(KDIGO) clinical practice guidelines for the management of glo-
merular diseases recommend treatment with an angiotensin-
converting enzyme inhibitor or angiotensin receptor blocker
to control blood pressure, reduce proteinuria, and slow kid-
ney function decline.3 More recently, SGLT2 inhibitors have
also been shown to reduce the risk of kidney function loss in
patients with glomerular diseases18 and are therefore now rec-
ommended in the updated guidelines for IgA nephrology.4 Im-
portantly, the benefits of finerenone on kidney outcomes ap-
pear additive to those of RAS blockade because nearly all

Figure 4. Aalen-Johansen Curves of Time to Event Analysis of Key Secondary and Exploratory Efficacy Outcomes in Participants
With Glomerular Disease
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accounting for noncardiovascular death or all-cause death as a competing
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participants in the FIND-CKD trial were receiving RAS inhibi-
tors and the effects of finerenone were not modified by SGLT2
inhibitor use, suggesting a role for combination therapy for vari-
ous glomerular diseases. Like these other therapies (RAS in-
hibitors and SGLT2 inhibitors), finerenone causes an acute re-
duction in eGFR; thus, clear improvements in eGFR trajectories
became more apparent over time, underscoring the need for
persistent treatment.

The reduction in the composite outcome of kidney fail-
ure or 40% or more decline in eGFR with finerenone is en-
tirely in keeping with the observed effects on eGFR slope and
albuminuria. Analyses from the CKD Epidemiology Clinical
Trials Consortium indicated that, in a randomized trial of simi-
lar size to the glomerular disease subgroup in FIND-CKD (≈ 900
participants), an absolute treatment effect on total eGFR slope
of 0.75 mL/min/1.73 m2 per year would confer a 99% probabil-
ity of benefit on clinical kidney outcomes, with an estimated
median HR of 0.74—identical to the point estimate observed
in this analysis.12 Furthermore, the Consortium’s data from 48
randomized trials indicate that each 30% reduction in albu-
minuria is associated with an approximately 19% reduction in
the risk of major adverse kidney outcomes.19 Collectively, these
findings support the interpretation that the observed reduc-
tion in the prespecified exploratory composite kidney out-
come reflects a true treatment benefit.

IgA nephrology, the most common primary glomerular dis-
ease worldwide,20 was the most prevalent subtype repre-
sented in FIND-CKD. Over the past 5 years, several therapies
for IgA nephrology have received accelerated or full approval
from the US Food and Drug Administration. The 416 partici-
pants with IgA nephrology included in this analysis represent
a cohort comparable in size to many dedicated IgA nephrol-
ogy trials and with longer follow-up than any prior phase 3 trials
involving this population. The observed 47% reduction in the
urinary albumin to creatinine ratio at 12 months (and 58% re-
duction in urinary protein to creatinine ratio) in the IgA ne-
phrology cohort compares favorably with recently approved
therapies. The accompanying benefits on eGFR slope and com-

posite kidney outcomes, which were consistent with other glo-
merular diseases, support a clinically meaningful effect in this
population.

The results may be particularly important for individuals
with focal segmental glomerulosclerosis, a frequent but often
poorly defined condition for which no treatments have
shown clear benefits in slowing eGFR decline. In the DUPLEX
trial,21 the largest completed phase 3 trial in focal segmental
glomerulosclerosis, no clear effect on eGFR decline was dem-
onstrated with the dual endothelin angiotensin receptor
antagonist, sparsentan. In the current trial, the magnitude of
effect with finerenone on eGFR slope in participants with
focal segmental glomerulosclerosis was nominally statisti-
cally significant and at least as large compared with partici-
pants with non–focal segmental glomerulosclerosis diseases.
Both primary and secondary focal segmental glomeruloscle-
rosis were included. Although this may increase heteroge-
neity in pathophysiology, prognosis, and treatment response,
it may also increase the generalizability of our findings, given
the challenges in determining the underlying cause of focal
segmental glomerulosclerosis in routine practice. It is worth
noting that the mineralocorticoid receptor is expressed on
podocytes—the primary site of injury in focal segmental
glomerulosclerosis—and experimental data suggested that
mineralocorticoid receptor blockade attenuates podocyte
injury and glomerulosclerosis.22 Further work is needed to
better understand the role of mineralocorticoid receptor
antagonism in focal segmental glomerulosclerosis.

Limitations
This study has several limitations. First, this was an explor-
atory subgroup analysis; however, the consistency of benefit
on eGFR, albuminuria and clinical end points are notewor-
thy. Second, approximately one-fifth of participants with an
investigator-reported diagnosis of glomerular disease did
not have a kidney biopsy performed or available; however,
treatment effects were materially unchanged in analyses
restricted to biopsy-proven cases. Third, when available,

Figure 5. Dot-and-Whisker Plot of Subgroup Analysis for Kidney Failure or 40% or More Decline in Estimated Glomerular Filtration Rate
by Glomerular Disease Etiology
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Outcomes were assessed in time-to-event analyses, up to 48 months after randomization. The squares represent the hazard ratio (HR) point estimate; the lower
and upper ends of the whiskers indicate the limits of the 95% CIs.

IgA indicates immunoglobulin A.

Finerenone for CKD Due to Glomerular Diseases Original Investigation Research

jama.com (Reprinted) JAMA Published online June 5, 2026 E9

© 2026 American Medical Association. All rights reserved, including those for text and data mining, AI training, and similar technologies.

Downloaded from jamanetwork.com by Universite de Liege user on 06/27/2026

http://www.jama.com?utm_campaign=articlePDF%26utm_medium=articlePDFlink%26utm_source=articlePDF%26utm_content=jama.2026.9923


kidney biopsy specimens were historical rather than having
been performed at study entry, limiting the ability to assess
the impact of biopsy characteristics on the effects of finere-
none. Fourth, patients with glomerular diseases treated with
immunosuppression were excluded, as were those with
lupus nephritis and antineutrophil cytoplasmic antibody–
associated vasculitis; thus, the effects of finerenone in these
diseases and/or in combination with disease-specific immu-
nologic therapies are unknown. Fifth, the trial was not pow-
ered for time-to-event kidney outcomes or eGFR slope analy-
ses in participants with glomerular diseases or by glomerular
disease subtype. Nevertheless, this analysis represents one of

the largest and longest randomized evaluations of a kidney-
protective therapy in patients with glomerular diseases.

Conclusions
In this exploratory analysis, among patients with CKD due to
glomerular diseases, treatment with finerenone resulted in clini-
cally meaningful improvements in kidney function decline, re-
ductions in albuminuria, and a lower risk of kidney failure or
substantial loss of kidney function compared with placebo, with
consistent effects across glomerular disease subtypes.
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